Dr. WATSON-WILLIAMS said it was difficult for him to add points of interest in this discussion after the able papers of the introducers and the admirable speech of Sir Felix Semon. Those whose acquaintance with laryngology preceded the introduction of skiagraphy would admit that the value of laryngeal paralysis or paresis in cases suspected of aneurysm was not now so momentous as formerly, because in most cases skiagraphy would solve the problem. His experience was that the paralysis due to aneurysm was generally of the left cord. He would mention one of several similar cases which he saw before the X-ray days. The patient was an elderly gentlem-lain with a history that whenever he went out he caught a cold, becamiie lhoarse-his liver was supposed to be upset; and it was on the latter account-as he (the speaker) was then practising as a physician-that lhe was asked to see the patient. The hoarseness led to examination of the larynx, and he was found to have left abductor paralysis. Though Ino other evidence of aneurysm was obtainable, the suspicion that he had that condition was so strong that he provisionally diagnosed the condition. His suggestion was that when he took exercise he increased the size of the aneurysmal sac and so the pressure effect on the left recurrent nerve was greater and consequently the paralysis. After several days' rest in bed he was sufficiently recovered to have only abductor paresis, whereas with exercise the thyro-arytwnoideus internus was also paretic. He asked whetlher such a variation in degree duie to aneurysmn had been observed by others.
With regard to the points raised by Sir David Ferrier and Sir Felix Semon, it struck him at once that the question as to whether the tabetic lesions were peripheral or central in origin in no way controverted Semon's law, though it was a matter of great interest. There were cases in which there was an association of abductor paralysis of one vocal cord with the corresponding side of the palate, due perhaps to the fact that the levator palati was innervated by the nucleus ambiguus; also cases in which the vocal cord abductor paralysis had been associated with a lesion of the hypoglossal nucleus; and he thought these pointed to a central origin. There were also cases of persistent pulse frequency occurring in the subjects of tabes who showed abductor paralysis. He did not think tlhose cases were very rare, and hlence in the first edition of his book he said one might almost lay down as a dictum that " in the absence of febrile disturbance or other obvious cause (such as exophthalmic goite), persistent increase of pulse frequtency associated with larlryngeal abductor paralysis or paresis points to bulbar nuclear degenerative lesions." The explanation was that it was due to associated degeneration of vago-cardiac inhibitory nuclei in association with degeneration of the nucleus arnbiguus.1
Mr. E. D. DAVIS said he had shown three cases with the hope of extracting information from mnemiibers. He asked whether there was any definite post-nmortei evidence that apical pleurisy and tuberculosis were causes of right recurrent laryngeal palsy. In the large majority of cases of tuberculosis with adhesions at the apex of the lung, right recurrent palsy did not occur. He, therefore, did some post-mortemll work at Charing Cross Hospital. In the first two cases there were enlarged glands in the mnediastinulm-: One was a case of a child aged 12 months, in which there was no lesion of the larynx, and no paralysis had been observed; but the enlarged glands had pushed the vagus forward, and so pulled upon the recurrent nerve. The nerve was nowhere in relation to the pleura or the mnediastinal pleura. In the second case the gland enlargeinent was due to sepsis, and here again the vagus was pushed forward, and l)ulled on the recurrent laryngeal nerve. One would think such a condition would more frequently cause right recurrent nerve palsv than was the case. In the next two cases there were extensive adhesions at the apex of the lung fromii advanced tuberculosis, but the rlight recurrent nerve was not involved. In another case there was mxlitral stenosis with dilatationof the auricle and considerable mediastinitis, and here again the left recurrent nerve was not imlplicated. He had shown a case of mital1 stenosis, (and when the case was first seen an extract appeared in the Lancet of August 12, 1911, showing that Dr. Fetterolf and Dr. Norris, of Philadelphia, had carried out a number of dissections in hardened subjects to show the relation of the left auricle to the arclh of the aorlt. The conclusions they arrived at were that the dilated auriele might press the left pulmonary artery against the recurrent larvngeal nerve and the aorta, and so produce neuritis and paralysis of that nerve. That seemed a feasible explanation. But the authors added that other causes of left recurrent laryngeal palsy should be excluded, such as iuediastinitis. In the case he had shown, it looked very muclh like dilatation of the left auricle, but mediastinitis could not be excluded.
